RESULTS
The patient was found to suffer from T-cell CLL (CD4+, 98 percent) both by cell surface marker as well as DNA rearrangement studies. Analysis of genomic DNA of peripheral blood mononuclear cells showed the presence of a monoclonal population of T cells, the T-cell receptor f-chain gene being rearranged on both alleles while the Ig heavy chain genes were in germline configuration.
Cell surface marker and DNA studies on the mononuclear cells isolated from the pleural fluid showed this population of lymphoid cells to carry the same cell surface marker and DNA rearrangement characteristics as the cells of the peripheral blood. They were mature T cells (CD2+, 69 percent; CD3+, 78 percent; CD4+, 79 percent; CD8, 16.9 percent; CD5, 34.9 percent), lacked the immature T-cell marker CD1, while B cells represented just a minority of the cell population (CD 190 
DISCUSSION
Patients with malignant lymphoma not infrequently develop benign lymphoid-rich effusions. To help the differential diagnosis of malignant from benign pleural effusions, a computerized interactive morphometry system has been developed. 5 While the predictive value of this expert system exceeded 90 percent in the diagnosis of effusions accompanying malignant lymphoma or benign pleural lymphocytosis, nevertheless the system was unsuitable for the diagnosis of malignancy in effusions from patients with CLL.5 Lymphoproliferative disease was ascertained by molecular analysis of the mononuclear cells of the pleural effusion in a case of non-Hodgkin's lymphoma without palpable lymph nodes. 6 The results of our DNA studies performed simultaneously on the mononuclear cells from the peripheral blood and from the pleural fluid led us to the conclusion that the neoplastic cells in the pleural fluid had the same clonal origin as the leukemic process itself.
In conclusion, cell surface marker and DNA studies of the pleural fluid mononuclear cells appear to be appropriate for the definition of the cellular origin of the effusion in patients with CLL. 
CASE REPORT
A 64-year-old white woman was admitted with fever and altered mental status after two syncopal episodes. Her cardiac history was significant for multiple myocardial infarctions. She had quadruple coronary artery bypass graft surgery 12 years ago and was admitted to the hospital for exacerbation of congestive heart failure. Two months before admission, she was seen by a gastroenterologist for symptoms of dysphagia and odynophagia. Upper gastrointestinal (GI) endoscopy performed at that time showed a large, circumferential, necrotic rock-hard ulcer in the middle portion of the esophagus, grossly suggestive of carcinoma, although biopsy showed dysplastic squamous epithelial cells with no definite malignant cells. There was no recent history of GI bleeding. Further work up was not pursued because of poor surgical risks from her severe heart disease. She was treated with anticoagulants, digoxin, furosemide, and enalapril.
Physical examination revealed a middle-aged woman who was in no acute distress. Her vital signs showed blood pressure of 100/60, heart rate of 90, respiratory rate of 16, and a temperature of 39.6°C. She had signs of mild congestive heart failure. Her abdomen was flat and nontender. There was no organomegaly. Neurologic evaluation was remarkable for partial orientation (to her name and city only), her right eye drifted to the right, and she had generalized weakness. The initial hemoglobin was 13.3 g/dl, leukocyte count of 27.2X1i03, with 16 percent bands and toxic granulation noted. Digoxin level was 16 ng/ml. Prothrombin time was 17.3 s, chest x-ray film showed marked cardiomegaly with mild vascular redistribution. Her ECG showed sinus rhythm with frequent ectopies and evidence of old lateral infarction.
HOSPITAL COURSE She was administered broad spectrum antibiotics after blood cultures were obtained. These Figure 1 (top, middle, bottom) shows the echocardiographic findings. There were multiple microbubbles in the left atrium and left ventricle appearing to emanate periodically from the posterior aspect of the left atrium adjacent to the pulmonary veins. The figures which are still frames recorded over short-time sequences, from the apical window show the episodic appearance of masses of bubbles. The transducer position is held constant. There was no spontaneous contrast seen in the left atrium or left ventricle. The right-sided chambers were free of bubbles. The appearance of the bubbles were similar to those seen when agitated saline solution or albumin is injected during contrast echocardiography. Microbubbles, similar in appearance, can also be seen in patients at the termination of cardiopulmonary bypass imaged with transesophageal echocardiography.
The diagnosis of atrial-esophageal fistula was based on the history of the esophageal ulcer and the microbubbles entering the left atrium. Given the patient's condition and family's wishes, no further life support measures were performed and she rapidly deteriorated and died.
At autopsy, the findings were those of a large ulcer (3 et a15 reported a case of right atrial-esophageal fistula which was confirmed by a chest computed tomogram. His was the only case that had a nonfatal outcome. The principal pathophysiologic process causing illness is interchange of esophageal and atrial contents, leading to both gastrointestinal hemorrhage and seeding of the circulation with food particles as reported by Bell et al. 6 Khan et a17 found that resting esophageal pressure in asymptomatic women >60 years old was 9.4 ± 1.8 cm of water. The close pressure range between the atrium and UNIQUE FEATURES This is the first case that the diagnosis was shown by a transthoracic echocardiogram and also one of the three cases so far which an antemortem diagnosis was made. The finding of microbubbles in the left heart chambers without involvement of the right heart chambers made the diagnosis of right-to-left intracardiac shunt unlikely as a cause. A diagnosis of atrial-esophageal fistula was, therefore, suggested, although the lungs and pulmonary veins could not be excluded as a source before autopsy. The finding of air in the brain parenchyma in a patient without history of head trauma or surgery was very unusual and could be explained by air in the left heart chambers. The patient's history of esophageal ulcer, change in mental status, and evidence of sepsis are common clinical presentations. The use of sustained release potassium chloride tablets and the previous cardiac surgery could have made the formation of the fistula more likely.
This case of fatal atrial-esophageal fistula shows the use of echocardiogram in making the diagnosis. The echocardiogram showed the fistulous connection between the GI tract and the heart. The microbubbles emanating from the posterior portion of the left atrium graphically showed the transmission of GI contents. The echocardiographic findings although dramatic are subtle and could have easily been missed by an inexperienced observer or less diligent technician. After identifying the abnormality careful imaging to exclude artifact or intracardiac shunting were immediately performed. This underscores the value of echocardiography and also the importance of technical expertise in performance and interpretation of studies. The patient's medical problems and clinical presentations are classic for atrial-esophageal fistula, but could easily, without the echocardiographic confirmation, be confused with other catastrophic illnesses. Although this patient's outcome was defined by her other serious problems, early identification of the fistula might allow aggressive intervention in a more viable candidate.
Liposarcoma is rare in children and rarely occurs in the posterior mediastinum in any age group. A massive intrathoracic tumor in a 17-year-old young man was a diagnostic dilemma; preoperative radiographic evaluation and biopsy led us to believe it was a teratoma. At operation, a poorly differentiated myxoid liposarcoma originating from the posterior mediastinum was found and excised. To markedly decreased breath sounds and dullness to percussion were noted on the right side of the chest. A chest x-ray film showed complete opacification of the right hemithorax with mediastinal shift to the left (Fig 1) . A computed tomography (CT) scan showed a huge mass involving the entire right hemithorax and the mediastinum, with elements of varying soft tissue densities and dense central calcification (Fig 2) . A CT scan of the abdomen and pelvis did not disclose any abnormalities. The 
